gonadotropes. While PKC activity can be divorced from the protein synthesis-independent component of LH release (this component appears to be mediated by Ca2+ mobilization), the enzyme might be involved in amplifying the response to Ca2+ mobilization through synergistic, protein synthesi s\x=req-\ dependent mechanisms. Gregory Bourne Ovariectomy was shown to cause a marked attenua¬ tion of the second phase response of the biphasic secretion of LH (4) . Additionally, ovariectomy also resulted in a complete inhibition of PMA-stimulated LH secretion (5) and the gonadotropin-releasing hormone (GnRH)-stimulated extracellular Ca2+-independent component of LH secretion (6) . In other words, ovariec¬ tomy resulted in the loss of the phase II component, which appears to involve PKC-activated mechanisms.
Interestingly, GnRH was also ineffective in stimulat¬ ing an extracellular Ca2+-independent component of LH secretion from pituitaries of male rats (6, 7) . Pituitaries from males were also unresponsive to PMA (with respect to stimulating LH secretion (5) 
Perifusion system
The perifusion system was described previously (2 1.5h. The secretory rate stabilized at this time until the infusion of the decapeptide was terminated (Fig. 1) .
Similar responses were obtained from pituitaries of males, with the exception that the secretory rate stabi¬ lized approximately 2.5 h after GnRH administration (Fig. 1) . Cycloheximide (5 µ ) inhibited a major portion of the GnRH-stimulated responses (p< 0.001), dissociating them into protein synthesis-independent and -dependent components ( Fig. 1 and Table 1 (19) or ovariectomized rats (20 
